liver biochemistry was normal as were autoimmune rheumatoid profiles and haemoglobin electrophoresis. He was human immunodeficiency virus negative. Stool cultures did not yield salmonella. Throughout his admission he remained systemically well; he became apyrexial and his inflammatory markers returned to normal within a week. He was discharged on a six-week course of ciprofloxacin. COMMENT In children salmonella osteomyelitis usually develops from haematogenous spreadl. Since the advent of antibiotics the condition has most commonly been seen in patients with sickle-cell anaemia or other haemoglobinopathies, systemic lupus erythematosus, neoplasms, or immunosuppression. About 60% have diarrhoea or positive stool cultures on presentation2.
Salmonella osteomyelitis frequently involves the diaphyses of long bones as well as vertebrae, and most cases are caused by non-typhi serotypes3. Salmonellosis can be divided into five syndromes-enterocolitis, enteric fever, bacteraemia, local infection and the chronic carrier state. These may overlap or coexist. Salmonella osteoarticular infection in a healthy adult is very unusual. In the few reported cases it has usually been chronic in nature4 or been preceded by a diarrhoeal illness. To our knowledge S. enteritidis has never previously been reported as causing osteoarticular infection in a healthy patient without predisposing factors. In patients with secondary salmonella infections who have negative stool cultures, the organism is believed to have been dormant in the reticuloendothelial system or bowel and to have been activated by depression of the host's defences2. Our patient showed no signs of immunodepression. Salmonella osteoarticular infection tends to become chronic and can be difficult to eradicate4. Extensive and often multiple debridement may be required in addition to lengthy antibiotic treatment. Haemothoraces are normally associated with acute thoracic trauma, coagulopathy or rupture of a great vessell. In addition, pulmonary embolism and pneumothorax may be complicated by bloody effusions2 3.
CASE HISTORY
A woman aged 72 was referred with a two-week history of productive cough and fever. She was known to have the homozygous PiZZ phenotype for c-1-antitrypsin deficiency. There was no history of smoking, asbestosis or industrial dust exposure. On examination, she was pyrexial, tachypnoeic and tachycardic. Chest examination was consistent with left-sided consolidation and pleural thickening.
Her haemoglobin (Hb) on admission was 12.4 g/dL with total white cell count 23.2 x 109/L. By day two her Hb had fallen to 9 g/dL with a white cell count of Multiple thin-walled emphysematous bullae were also noted. No evidence of pulmonary emboli was seen on the CT scan. She was treated with intravenous antibiotics and oral prednisolone and transfused with three units of blood.
A left-sided pleural biopsy was performed on day five with an Abrams needle under local anaesthesia, to elucidate the cause of these pleural appearances. No complications were encountered though the sample included lung parenchyma. Histological findings were consistent with a-I -antitrypsin deficiency associated emphysema; there was no evidence of malignancy. Large quantities of clotted blood were seen around the pulmonary parenchyma; a loculated haemothorax was diagnosed. A conservative approach was adopted and the patient gradually improved with a reduction in symptoms, pyrexia and inflammatory markers. Pseudomonas aeruginosa was isolated from her sputum and proved sensitive to the antibiotics she was on. A repeat thoracic helical CT scan three weeks later showed a pronounced reduction of the pleural changes around the left lung. However, distinct areas of cystic bronchiectasis following the distribution of the bronchial tree were now seen. These appearances predominated within the left lung field and were not seen on the previous CT scan. She was discharged after six weeks in hospital, and one month later a chest radiograph was free from the pleural changes noted earlier. COMMENT This patient had reversible pleural changes ascribed to a haemothorax in the setting of acute infection. Haemothorax associated with pneumonia is rare. The diagnosis was based on the radiographic appearance of an unusual lobulated pleural shadow, the finding of coagulated blood on pleural biopsy and the fall in haemoglobin associated with development of the radiological findings. We do not believe that the blood arose from the biopsy since both the radiological appearances and the fall in haematocrit antedated the procedure and subsequently remained stable. There was no history of trauma and chest radiographs did not reveal any bony injury. The CT scan excluded gross derangement of the great vessels and clotting studies were normal. A pulmonary embolus was considered unlikely in view of clinical and haematological findings consistent with sepsis and the lack of emboli on the contrast enhanced CT scan. Pneumothoraces have also been associated with bleeding into the pleural space. This diagnosis was also thought unlikely since serial chest radiographs and CT scans did not show a pneumothorax.
Haemothoraces have been associated with infective causes including varicella pneumonia. Proposed mechanisms include haemorrhage of papulovesicular lesions within the pleural cavity, direct vascular damage or a localized immune reaction of the pleura4. In this patient, with the isolation of a known bacterial pathogen, Ps. aeruginosa, we speculate that a localized area of parenchymal inflammation led to capillary bleeding and extrusion of blood into the pleural space. The areas of cystic bronchiectasis noted on repeat CT scanning are a recognized feature of ac-1antitrypsin deficiency lung disease5. The presence of bronchiectasis would have made the patient more susceptible to lung infections. Treatment options for a haemothorax include tube thoracostomy drainage and pleural decortication6. In this patient, poor respiratory function would have made a surgical approach hazardous. The presence of loculated blood in the pleural cavity should be considered in the differential diagnosis of pleural abnormalities on the background of lung infection.
